The increased capacity of hypertensive subjects to excrete sodium is frequently reduced by effective antihypertensive drug treatment. This reduction in sodium excretion is not necessarily associated with changes in renal hemodynamic function or resting sodium excretion. It appears to result from an alteration in renal tubular activity. The findings suggest that the arterial pressure per se may operate to control sodium excretion. They also are consistent with the hypothesis that certain disturbances in sodium excretion in arterial hypertension may be the result and blood pressure.
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THE renal excretory responses to hypertonic saline infusions have been shown by several workers to be different in hypertensive than in normotensive subjects.1-4 Although both groups show increases in sodium excretion following an infusion of concentrated saline solution, the increases are sigiiificantly greater in the hypertensive than in the normotensive group. These differences in the renal capacity to excrete sodium appear to be due to differences in the renal tubular handling of sodium. In a recent study on normotensive subjects and patients with essential hypertension not treated with drugs, sodium excretory capacity was observed to correlate significantly with arterial blood pressure but not with renal plasma flow, glomerular filtration rate or control sodium excretion.5 In view of these findings the present study was undertaken mainly in the same group of hypertensive subjects to determine whether a chronic lowering of the blood pressure produced by antihypertensive drug therapy might be accompanied by a reduction in sodium excretory capacity. MATERIAL AND METHODS Eleven subjects with essential hypertension were studied who were compensated and had no history of congestive heart failure. All had grade 1 to 2 hypertensive retinopathy but a normal blood urea nitrogen. The routine urine analysis was normal except in 4 subjects, I. P., R. 0., C. F., and J. W. who had 1 + albuminuria. One of the subjects, V. V., had had a bilateral lumbodorsal sympathectoiny 4 years prior to the study.
During the control period, which was at least 3 months in duration, the subjects were given placebos. After this period, the group was treated continuously with oral antihypertensive drugs for 3 to 13 months. Five subjects received hvdrala zine, 3 others were given reserpine, and the remaining 3 treatment, statistically they were not significantly greater than those after treatment. Urine Volume (UV). The control urine flow after treatment was not significantly different from the flow prior to treatment. However, during and following the saline infusion, urine excretion was significantly less after than before treatment. As opposed to an insignificant change in urine flow during the recovery period before treatment, urine flow after treatment decreased significantly in this period ( fig. 1) .
Sodium Excretion (UNaYV). The control sodium excretion, which was elevated in the group, was not significantly altered by treatment. However, the excretion of sodium following the saline infusion was significantly less after than before treatment by a mean of 556 microEq./min. This marked reduction in sodium excretion toward normal after treatment was due to significantly smaller increases in sodium excretion in the recovery period after than before treatment (figs. 1 and 2).
In the 3 subjects (RI)., CF., and J.W.) who had not received an infusion of PAH and inulin either before or after treatment, sodium excretion at rest and in response to intravenous hypertonic saline was not noticeably different from the values of sodium excretion obtained in the remaining subjects who had received such an infusion.
Ratio of Excreted Sodium to Filtered Sodium (E/F Sodium). The calculated ratio of excreted sodium to filtered sodium (E/F Na) in the control period after treatment was not significantly different from the ratio before treatment. Both before and after treatment the E/F Na significantly increased after the saline infusion. The increase in the ratio, however, was significantly less after than before treatment.
Potassium Excretion. Potassium excretion before and after the infusion of saline was not significantly altered by treatment. Although significant increases in potassium excretion occurred during the saline infusion before but not after treatment, statistically they were not significantly greater than those after treatment.
Arterial Hematocrit. After treatment the arterial hematocrit at rest and following the saline infusion was not significantly different from the hematocrit obtained before treat- In a clinical and pathologic study of the cardiovascular and renal lesions of 17 autopsied patients with Cushing's syndrome, hypertension was found in all patients even though only 2 were more than 40 years of age. In 15 patients the heart was enlarged. Three patients died in congestive heart failure with pulmonary edema. In 8 patients changes in the arterioles of the kidneys, liver, pancreas, and skeletal muscles were demonstrated that could not be differentiated from the arteriolar lesions frequently associated with essential hypertension. In 11 patients renal calculi or nephrocalcinosis or both were found, and in 8 per cent these osteoparosis was also present. The results of this study emphasize the seriousness of Cushing's syndrome from the standpoint of changes in the cardiovascular system and kidneys of a relatively young group of patients.
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